non-selective blockers of the sodium-calcium exchange current (I NCX ), strongly reduced 26 and completely abolished, respectively, the I KACh2 . Therefore, I KACh2 was initially 27 regarded as a CCh-induced outward component of the I NCX . However, the current is not 28 affected by either exclusion of intracellular Na + or extracellular Ca
Introduction 42
Cardiac contractility is adjusted to circulatory demands on beat-to-beat basis by 43 the interaction of sympathetic and parasympathetic nervous systems via β -adrenergic 44 receptors and muscarinic (M 2 ) cholinergic receptors, respectively (Hartzell, 1988) . 45 Effects of sympathetic activation are rapidly reversed by parasympathetic stimulation 46 despite the continued sympathetic tone via the "accentuated antagonism" of the 47
However, Ni 2+ turned out to be toxic to fish cardiac myocytes (most of the studied cells 112 died 20-30 seconds after the start of Ni 2+ application), which prevented its routine use as 113 NCX blocker. The noticed sensitivity of the CCh-induced current to standard blockers 114 of I NCX suggested that the recorded current represented parasympathetic stimulation of 115 the outward I NCX . Ion substitution experiments involving exclusion of Na + from the 116 pipette solution or omission of Ca 2+ from the extracellular saline solution did not, 117 however, support this assumption. In the first series of experiments 5 mM Na 2 ATP in 118 the pipette solution was substituted by 5 mM MgATP. The CCh-induced current was 119 still present and not less than in the controls ( Fig.2A,B Fig. 2A,D) . Therefore, the CCh-induced current is evidently not a 128 component of the I NCX . 129
In all experiments described above we used a Cs M CCh failed to induce any outward or 134 inward current ( Fig. 2A,E Application of AF-DX 116 suppressed the CCh-induced current by 84.3% (Fig.  158 3A,C). In contrast to the marked blocking effect of AF-DX 116, 4-DAMP produced 159 only a slight reduction of the current by 16.6%, although this decrease was significant 160 (P<0.05) (Fig. 3A,D) . These results suggest a predominant role of M 2 receptors in the 161 mediation of the CCh effect. To confirm this assumption we conducted a series of 162 experiments with pertussis toxin (PTX). In our experiments we did not specifically block the putative Ca of the basal I K1 was very low, like it usually is in fish atrial cardiomyocytes (Fig. 6A) . 
Isolated myocyte preparation 338
Fish were stunned with a blow to the head, the spine was cut immediately behind 339 the head and the heart was rapidly excised. Atrial myocytes were isolated by retrograde 340 perfusion of the heart with proteolytic enzymes (collagenase type 1A, 0.75 mg ml -1 ; 341 trypsin type IX, 0.5 mg ml Wang, H., Shi, H., Lu, Y., Yang, B. between two columns. The same voltage ramp pulse as shown at the inset in Fig.1 was  543 used to elicit the current. Experiments were conducted using the external Cs 
